Results
and data not shown). Finally, a population of axons in the type animals ( Figures 2A and 2B and data not shown) . Similarly, the expression domain of Gsh2 and Dlx2 (Figmedial septum is also immunopositive for Shh (arrow in Figure 3A ). This observation is consistent with a recent ures 2A and 2B and data not shown), which demarcate the entire ventral telencephalon (Corbin et ;N cre embryos, the MGE was reduced in size by 50% and was often fused with the of the endogenous Shh promoter displayed a similar pattern of cellular Shh expression ( Figures 3C and 3D ). In LGE, the structure immediately lateral to the MGE (compare Figures 2E and 2H) , a phenotype resembling that addition, they revealed the existence of Shh-expressing cells within the hilus of the dentate gyrus, adjacent to the observed in Nkx2.1 mutants. However, the expressivity of this phenotype varied (compare Figures 2H and 2L) .
hippocampal stem cell population (arrowhead in Figure  3D ). As this staining was not evident in antibody visualNotably, even in the most severely affected mutants, the remaining Nkx2.1 expression had a normal distribution ization of Shh, it seems likely that these cells only express low levels of Shh and require the enzymatic ampli-( Figures 2C-2E and 2F-2H) . Furthermore, the MGE in 4E-4H ) and the reduction in proliferating cells (Figures 5E-5G) , no similar indications of apoptosis were observed in the dentate gyrus (data not shown). Together these results suggest that the decreased proliferation in the hippocampus may be attributable to Shh's role as a mitogen in this region. By contrast, while Shh may also promote proliferation in the SVZ, it also appears to be required for the trophic support of progenitors. Our data suggests that Shh signaling has only modest effects on the general growth of ventral telencephalic regions after E12.5. In contrast, it is essential in the dentate gyrus and the olfactory bulb, regions in which neurogenesis continues in the adult. Specifically, Smo n/c ;N cre mice displayed a marked decrease in the levels of proliferation in both these areas. In addition, in the SVZ, apoptotic cell death is dramatically increased. Recent work by Lai et al. is consistent with these findings. They report that within the hippocampus Shh signaling acts as a mitogen for adult progenitors residing in the dentate gyrus. While our data support the contention that Shh 
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